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REMARKS 

Applicants have carefully studied the Final Office Action dated June 23, 2009, which issued 
in connection with the above-identified application. The present response is intended to be fully 
responsive to all points raised by the Examiner and is believed to place the claims in condition for 
allowance. Favorable reconsideration and allowance of the present claims are respectfully 
requested. 

December 8, 2009 Telephonic Interview with Examiners Wang and Saoud 

Applicants gratefully acknowledge the courtesy shown by Examiner Chang- Yu Wang and 
the Examiner's Supervisor, Christine Saoud, during a telephonic interview with applicants' 
representatives, Irina Vainberg, Sybil Lombillo and William Chiang, and inventor, Dr. Dan 
Felsenfeld, on December 8, 2009. During the interview, proposed amendments to the claims were 
discussed and applicants' representatives and Dr. Felsenfeld provided arguments as to the lack of 
anticipation and non-obviousness of the present claims over Tuvia et al. (Proc. Natl. Acad. Sci. 
USA, 1997, 94:12957-12962) and Garver et al. (J. Cell. Biol, 1997, 137:703-714). 

During the interview, Examiners indicated that the proposed amendments should overcome 
the outstanding rejections under 35 U.S.C. § 112, first paragraph, and suggested direction for 
additional amendments to claim 6 to overcome anticipation and obviousness rejections over the 
Tuvia and Garver references. Applicants believe that the amendments introduced herein are in line 
with the Examiners' suggestions provided during the interview. 

Pending Claims 

Claims 1-4 and 6-25 were pending and at issue in this application. Claims 1-4, 8-17 and 25 
have been withdrawn from consideration as drawn to a non-elected invention. Claims 20 and 24 
have been rejected for lack of enablement. Claims 6, 7, 18-19, and 21-23 have been rejected as 
being anticipated and/or obvious over prior art. 
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To expedite prosecution, withdrawn claims 2-4, 8-17 and 25 have been canceled without 
prejudice or disclaimer. Applicants preserve the right to prosecute the subject matter of these 
claims in a continuing/di visional application. 

Claims 6, 7, 19, 20, 23, and 24 have been amended to correct typographical errors to replace 
the article "an" with "the". 

Claims 20 and 24 have been also re-written in independent format. 

Following the Examiners' suggestion during the interview of December 8, 2009, claim 6 has 
been further amended to clarify that the claimed peptide "does not contain transmembrane and 
extracellular portions of the LI -CAM family member protein" and "comprises the amino acid 
sequence of QFNEDGSFIGQF (SEQ ID NO: 2)". Support for these amendments can be found, for 
example, in paragraphs [0053-0055], [0057], Example 8 (paragraphs [0166-0172]), and Figures 6 
and 12 of the application as published (US Publication No. 20060142189). While the words "does 
not contain transmembrane and extracellular portions of the LI -CAM family member protein" 
literally do not appear in the present specification, this negative limitation satisfies the requirements 
of 35 U.S.C. § 112, first and second paragraphs, under MPEP § 2173.05(f). Specifically, Figure 12 
of the present application demonstrates that while the LI -CAM family members contain 
extracellular, transmembrane and cytoplasmic portions, ankyrin binding involves only the 
cytoplasmic portion of these molecules and does not include the extracellular and transmembrane 
portions. Paragraph [0053] of the present application further specifies that the peptides of the 
invention are derived from the "region of the LI -CAM cytoplasmic tail that has been shown to be 
required for ankyrin binding" (emphasis added) and provides a reference to Zhang et al, J. Biol. 
Chem.., 1998, 273:30785-30794. Zhang et al. (attached as Exhibit A), which is incorporated by 
reference in the present application in its entirety, in turn, discloses that the ankyrin binding domain 
corresponds to a highly conserved sequence from Ser 56 to Tyr 81 in the cytoplasmic domain of 
neurofascin (LI -CAM family member) and does not include extracellular and transmembrane 
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portions (see, e.g., p. 30785 right col, second par. and Fig. 5 at p. 30789) 1 . Thus, the present 
application provides support for the genus of peptides which are derived from the ankyrin binding 
domain of an LI -CAM family member protein and do not contain transmembrane and extracellular 
portions of the LI -CAM family member protein. 

Claim 19 has been further amended to specify that the claimed peptide consists essentially 
of "(i) the ankyrin binding domain of an LI -CAM family member protein or a fragment of such 
ankyrin binding domain, wherein the carboxy-terminal tyrosine is substituted with phenylalanine 
and which comprises the amino acid sequence of QFNEDGSFIGQF (SEQ ID NO: 2) and (ii) 
optionally, a targeting sequence which allows translocation of the peptide across the plasma 
membrane and into the cytoplasm of cells." Similarly to claim 6, support for these amendments can 
be found, for example, in paragraphs [0053-0055], [0057], Example 8 (paragraphs [0166-0172]), 
and Figures 6 and 12 of the application as published. Specifically, paragraph [0053] of the present 
specification discloses that the peptides of the invention are "derived from the ankyrin binding 
domain of the LI family members." Zhang et al. (attached as Exhibit A and incorporated by 
reference in the present application in its entirety) discloses that the ankyrin binding domain 
corresponds to a highly conserved sequence from Ser 56 to Tyr 81 in the cytoplasmic domain of 
neurofascin (Ll-CAM family member) (see, e.g., p. 30785 right col, second par. and Fig. 5 at p. 
30789). Thus, a shorter peptide QFNEDGSFIGQF (SEQ ID NO: 2) disclosed in the present 
application constitutes a fragment of the ankyrin binding domain, wherein the carboxy-terminal 
tyrosine is substituted with phenylalanine. 

No new matter has been added as a result of these amendments. 



1 Same boundaries for the ankyrin binding domain are provided in the Garver reference cited by the Examiner (Garver 
et al., J. Cell. Biol., 1997, 137:703-714; see Fig. 3 and corresponding disclosure at p. 708, left col., top). 

2 Applicants respectfully note that, as specified in MPEP § 2111.03 and cases cited therein, the transitional phrase 
"consisting essentially of is different from the transitional phrase "comprising" in that it limits the scope of a claim to 
the specified materials or steps and those that do not materially affect the basic and novel characteristic(s) of the claimed 
invention. 
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Rejoinder of Non-elected Claim 1 

Withdrawn claim 1 recites a method for promoting outgrowth of a mammalian neuron 
comprising contacting said neuron with the peptide of claim 6. Thus, claim 1 depends from claim 6. 

Upon the allowance of the linking claim 6, applicants respectfully request rejoinder of 
withdrawn claim 1 . 

Applicants point out the Examiner's statement in the Office Action dated September 17, 
2008, that, where applicants elect claims directed to the product, and the product claims are 
subsequently found allowable, withdrawn process claims that depend from or otherwise require all 
the limitations of the allowable product claims will be considered for rejoinder and fully examined 
(see page 3 of the Office Action dated September 17, 2008). 

Claim Rejections - 35 USC $ 112 

Claims 20 and 24 have been rejected under 35 U.S.C. § 112, first paragraph, for lack of 
enablement. The Examiner contends that, while an isolated peptide comprising or consisting of the 
amino acid sequence of SEQ ID NO:2 or a fusion protein consisting of the amino acid sequence of 
SEQ ID NO:2 fused to the amino acid sequence of SEQ ID NO:6 are disclosed and enabled in the 
present application, claims 20 and 24 as currently pending encompass any fragment derived from 
SEQ ID NO: 2 or SEQ ID NO: 3 and are therefore not enabled. The Examiner similarly interprets 
claims 6, 7, 19, and 23 as encompassing fragments of SEQ ID NO: 2 or SEQ ID NO: 6. 

Without admitting the correctness of the Examiner's rejections and solely to expedite 
prosecution, claims 6, 7, 19, 20, 23, and 24 have been amended to replace the article "an" with 
"the". Claim 6 has been further amended to clarify that the claimed peptide comprises the amino 
acid sequence of QFNEDGSFIGQF (SEQ ID NO: 2). 

In light of the above amendments, withdrawal of the rejections under 35 U.S.C. § 112, first 
paragraph, is respectfully requested. 



8 



Application No. 1 0/56 1 ,0 1 5 

Response After Final Office Action of June 23, 2009 



Docket No.: 02420/1 00M761 -US 1 



Claim Rejections - 35 USC $ 102 

Claims 6, 18, 19, 21, and 22 have been rejected under 35 U.S.C. § 102(b) as anticipated by 
either Tuvia et al. (Proc. Natl. Acad. Sci. USA, 1997, 94:12957-12962) or Garver et al. (J. Cell. 
Biol, 1997, 137:703-714) as evidenced by Davis et al. (J. Cell. Biol, 1996, 135:1355-1367). The 
Examiner argues that claims as amended still encompass the full-length LI -CAM family member 
proteins disclosed in the Tuvia and Garver references despite the claim wording that the peptide is 
"derived from the ankyrin binding domain of an LI -CAM family member protein." The Examiner 
also states that the Tuvia and Garver references anticipate the claims, because they disclose 
neurofascin and LI proteins, which are able to promote neurite outgrowth. 

In response, applicants respectfully note that claims 6 and 19 recite an isolated peptide 
which comprises the amino acid sequence of QFNEDGSFIGQF (SEQ ID NO: 2). The wild-type 
full-length LI -CAM family member proteins disclosed in the Tuvia and Garver references do not 
comprise the sequence QFNEDGSFIGQF as required by the claims. 

Applicants further respectfully note that claims 6 and 19 have been amended to explicitly 
exclude the full-length FIGQY->F mutant neurofascin disclosed in the Tuvia and Garver references 
or other full-length LI -CAM family member proteins. 

Claims 18, 21 and 22 depend from claim 6 or 19 and thus also exclude the full-length 
FIGQY->F mutant neurofascin disclosed in the Tuvia and Garver references or other full-length Ll- 
CAM family member proteins. 

It follows, that none of the references cited by the Examiner discloses a peptide which has 
all characteristics required by the present claims. 

In light of the above arguments, withdrawal of the anticipation rejection is respectfully 
requested. 
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Claim Rejections - 35 USC $ 103 

Claims 6, 7, 18-19, and 21-23 have been rejected under 35 U.S.C. § 103(a) as being obvious 
over Tuvia or Garver as evidenced by Davis in view of U.S. Patent No. 6,025,140 (Langel et al.) for 
the same reasons as provided for the anticipation rejection, above. 

As explained in connection with the anticipation rejection, above, none of the cited 
references (even if taken together, and including secondary references) disclose or suggest an 
isolated peptide which has all characteristics required by the present claims. Thus, the wild-type 
full-length LI -CAM family member proteins disclosed in the Tuvia and Garver references do not 
comprise the sequence QFNEDGSFIGQF as required by the claims. Also, claims 6 and 19 have 
been amended to explicitly exclude the full-length FIGQY->F mutant neurofascin disclosed in the 
Tuvia and Garver references or other full-length L 1 -CAM family member proteins. 

Finally, the cited references do not provide any suggestion, motivation or expectation that 
QFNEDGSFIGQF (SEQ ID NO: 2) or other peptides derived from the ankyrin binding domain may 
be used to promote neurite outgrowth, because none of the references cited by the Examiner discuss 
the use of competitive inhibitors of ankyrin binding to promote neurite outgrowth. 

Thus, the present claims are not obvious over the cited art. Withdrawal of the obviousness 
rejection is respectfully requested. 

CONCLUSION 

Applicants request entry of the foregoing amendments and remarks in the file history of 
this application. In view of the above arguments, it is respectfully submitted that the present 
claims are now in condition for allowance and such action is earnestly solicited. 

If the Examiner believes that a telephone conversation would help advance the 
prosecution in this case, the Examiner is respectfully requested to call the undersigned attorney at 
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(212) 527-7634. The Examiner is hereby authorized to charge any additional fees or credit any 
overpayment associated with this response to our Deposit Account No. 04-0100. 



Dated: December 18, 2009 Respectfully submitted, 

Electronic signature: /Irina E. Vainberg/ 
Irina E. Vainberg 

Registration No.: 48,008 
DARBY & DARBY P.C. 
P.O. Box 770 
Church Street Station 
New York, New York 10008-0770 
(212) 527-7700 
(212) 527-7701 (Fax) 
Attorneys/Agents For Applicant 
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